Transient complete ptosis and miosis following trauma to the right eyeball in a rugby injury: where was the lesion? M Impallomeni MD FRCP J R Soc Med 1997; 90:630-631 Over the past 5 years I have been physician to the Saracens (RFU) Football club, regularly officiating at rugby matches. On 9 March 1997, a sunny Sunday morning, I was on duty at the touchline. Suddenly I was called to attend to a 17year-old boy who had been injured during a maul. His right eye was completely closed. I decided to examine him in the quieter atmosphere of the treatment room, only 50 m away from the main pitch. I walked there with him.
The young player told me that he had been well before the match. During a maul he thought he had been poked in the right eye by an opponent's fingers, as he fell to the ground with other players. He had not lost consciousness, nor had he felt dizzy. His only complaint was that he could not open his right eye. He could recollect no trauma to his neck or anywhere else. He had experienced no motor or sensory symptoms in his right arm or elsewhere.
On examination his right eye was completely closed, no sclera being anywhere visible. There was minor bruising over the outer half of the upper eyelid and over the right cheek, where the skin was reddish and slightly oedematous. He could not voluntarily open his right eye. When I raised his ptosed right lid I found, to my great surprise, that the pupil was miotic, about 1-2 mm in diameter, the pupillary diameter on the left being about 5-6 mm. Although small, the right pupil reacted to light. External ocular movements were full bilaterally. There was no subconjunctival haemorrhage. There was apparent enophthalmos, but no obvious facial anidrosis. His neck was normal. There was no excoriation or bruise and all movements were full and painless. There was no carotid bruit. I arranged for him to attend the local hospital casualty department where he was taken by his father, by car. As I was escorting him to the car, about 10 minutes after the accident, I thought I could just about see a little of the sclera of his right eye. I could not see the iris. I lifted the lid: the pupil was still grossly miotic. He arrived at the Casualty Department about 20 minutes later-i.e. half an hour after the accident. He was seen after a further 10 minutes. By then he thought he could open his eye normally. The casualty officer recorded no ocular or pupillary abnormality. Visual acuity was normal as were all eye movements.
He returned to the club some 75 minutes after the initial accident. The bruises were still present as was the slight localized oedema. The eye was normally open. The pupils were equal and normally reactive. There was minimal ptosis, which I would have missed had I not seen the gross ptosis immediately after the accident (Figure 1) .
I told the boy that I thought he had had a transient lesion of a small nerve at the back of his right eye and advised him to avoid any impact sport for at least two weeks. This displeased him, since he wanted to play in a cup final a week later. He did not want any further hospital tests, and the hospital had, in fact, discharged him.
The bruises cleared over the next 3 days, but he experienced a persistent ache deep in the right orbit for another 2-3 days. His right eye drooped a little when tired during this period and then gradually returned to complete normality.
Despite searching neurology and sports medicine textbooks, combing the vast literature on Horner's syndrome in neurological and ophthalmological journals The semeiological paradox in this patient was the association of total ptosis with marked miosis-a combination excluding both Horner's syndrome (where the ptosis is classically stated to be only partial) and a third nerve palsy (where the pupil is usually dilated). One could speculate that since in this patient there was no history of trauma to the right side of the neck, the bruises over the right eyelid and cheek represented the most likely site of the causal injury. The fact that there had been no symptoms either in the neck or in the right arm made it unlikely that there had been traumatic carotid dissection or damage to the cervical cord or nerve roots.
What about a dual pathogenesis? Could direct trauma to the eye have induced severe (but transient) iris spasm, and trauma to the third nerve in the orbit have caused severe ptosis, without other evidence of ophthalmoplegia? Although this might be feasible, the parallel temporal evolution of the two features would result in the raising of many an eyebrow. The same response would doubtless be triggered if one were to postulate direct trauma to the tarsal muscles as a cause for the ptosis, associated with intraorbital sympathetic injury to account for the miosis.
Finally, could an unusual anatomical substratum account for what was observed? Might this be a variant of Horner's syndrome after all, but occurring in an individual in whom the sympathetic played a greater role than usual in the innervation of the upper lid? Could a sympathetic lesion, in an individual so 'wired', cause both a total (instead of a partial) ptosis as well as the expected miosis? Or is this one heresy too far? Acknowledgment I thank Dr C Pallis for helpful discussion, advice on the published work and review of the typescript.
Tropical ulcers and diphtheria
Armando Gonzalez-Ruiz MC MSc1 William A Newsholme MB MRCP2 Garry D Tan MB MRCP2 Madan Bahl FFPHM3 Anthony Bryceson MD FRCPE2 Geoffrey L Ridgway MD FRCPath1 J R Soc Med 1997; 90:631-632 Corynebacterium diphtheriae is a well recognized cause of indolent skin ulcers in people who have been in the tropics. In temperate climates, too, it may be cultured from ulcers in socially disadvantaged people such as homeless alcoholics. Such lesions are a more efficient source of respiratory infection than pharyngeal colonization because they contaminate the inanimate environment and bacterial shedding lasts longer 2. In skin lesions the organism can be confused with skin flora such as diphtheroids, and most ulcers also yield an associated pathogen such as Lancefield group A streptococcus (Streptococcus pyogenes) and/or Staphylococcus aureus3, which is then presumed to be causal.
We report a case.
CASE HISTORY
A 27-year-old man walked into the Hospital for Tropical Diseases, London on 22 November 1996 with an ulcer on his left hand. He had been in Nepal and Thailand from 25 October to 16 November 1996 and the ulcer had appeared on 2 November after an insect bite. It gradually increased in diameter and needed frequent dressing by his travelling companions. He felt feverish but had no other symptoms. His immunization history included diphtheria toxoid in childhood but not subsequently. On physical examination there was a necrotic sloughy ulcer 4 cm in diameter on the dorsum of his left hand. A swab was taken and he was treated as an outpatient with amoxycillin and flucloxacillin. The swab yielded C. diphtheriae susceptible to penicillin and erythromycin. On the day of preliminary identification the organism was sent to the Diphtheria Reference Unit at the Central Public Health Laboratory (Colindale) for further characterization and tests for toxigenicity and the consultant for communicable disease control was informed. Twentyfour hours later the Reference Unit reported toxigenic C. diphtheriae var intermedius. The same day the patient was recalled into hospital, put into source isolation, and treated with erythromycin 500mg 12-hourly for two weeks.
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